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cat which eventually died from what the veterinary surgeon considers to be definite feline enteritis.
Subsequent to this, I have heard of 2 other cases linked with an illness in a cat.
On clinical grounds, therefore, there appears to be quite strong evidence, which is difficult to imagine as pure coincidence, that this syndrome can at least occasionally be linked with an illness of cats.
The help of Messrs. Burroughs Wellcome was enlisted to investigate this problem and I must pay tribute to the help I have received from Mr. A. B. Maclntyre at their Veterinary Research Laboratories.
There are two main infectious diseases of cats, the first is an influenza-like illness infecting the lungs and is due to a large virus of the same family as that which gives rise to psittacosis and lymphogranuloma inguinale. After consultation with Mr. MacIntyre and after negative Frei tests on our patients he considered that the evidence that this was the disease responsible was not great and he thought it far more likely that a much more serious infective condition of cats, feline enteritis, might be responsible for the illness in the cats and human beings and it is on this assumption that work has proceeded.
Feline enteritis in cats has a mortality of about 20 % and is highly infectious from animal to animal, chiefly affecting young cats and kittens, and probably 70 % of all cats at some time or another are infected. The disease is characterized in cats by a general inflammatory reaction of the gut, intense diarrhoea, agranulocytosis and enlargement of the lymph glands.
Messrs. Burroughs Wellcome have developed a vaccine against this virus which has helped to control this infection.
They have carried out complement-fixation reactions on the serum of my patients who have suffered from infective polyneuritis, using as antigen cats' tissue (spleen and lung) infected with feline enteritis virus and also two tissue cultures similarly infected. Using a limited number of laboratory workers as controls the results, as far as they have gone, have suggested that there is a distinct difference between the patients' bloods and those of the controls and suggest that it may be possible to get pathological confirmation of the clinical association of infective polyneuritis with cats. Oxford KELLGREN and Lewis in 1939 described referred pain of roughly segmental distribution from 6% saline injections into the interspinous ligaments. This work has been applied in the investigation and treatment of patients with persistent spontaneous pain and with known lesions of the pain pathways. The possibilities of referred segmental analgesia from similar injections of procaine have also been explored.
In the normal subject 6% saline will produce local stinging pain around the site of injection; it may also produce deep aching pain, skin hyperalgesia and palpable muscle spasm often bilateral and all within the same somatomeral segment as the injection. These effects can be rapidly reduced by the injection of 2% procaine into the site of saline injection.
In patients with spontaneous pain from post-herpetic neuralgia or painful scars, 6% saline in the appropriate interspinous ligament will aggravate the pain and hyperalgesia.;
2% procaine if given two to five minutes later into the same site will abolish this aggravation and reduce the level of spontaneous pain, sometimes completely abolishing it.
If procaine is given alone this also will reduce spontaneous pain but the effect is less marked and less long-lasting than that of saline and procaine. When a series of such combined injections is given there may be permanent reduction and very occasionally permanent abolition of spontaneous pain. In a patient with post-herpetic pain in the D3 and D4 segments on the left, and angina of effort referred to the left arm, it was found that intercostal nerve blocks of the herpetic area and procaine to the D3 and D4 interspinous ligaments each gave relief both of the herpetic pain and also of the angina of effort. Saline aggravated the post-herpetic pain but reduced the effort angina. Combined saline and procaine was more effective in relieving the herpetic pain and repeated injections gave permanent improvement.
In patients with spinothalamic tract lesions referred pain from mid-line saline injection occurred only on the side with intact spinothalamic pathways. Referred sensation does occur to the other side, but it is a non-painful tingling. Bilateral unpleasant referred sensation, described subjectively as painful, was, however, noted in one such case: but it was obtained only from the mid-dorsal segments and was unusually diffuse and referred deeply as "a feeling of being winded".
In one patient with a slight sensory level to both spinothalamic and posterior column sense saline produced the expected segmental referred deep aching and muscle spasm, but there was also a delayed severe skin hyperalgesia referred specifically to the upper limit of the clinical sensory level, seven or eight segments above the one injected.
It is emphasized that the referred effects of saline and procaine are inconstant. With apparently the same technique they may vary in the same patient on different occasions. In other patients they may not occur at all. Nevertheless they have potential therapeutic applications.
I-t is concluded that these observations lend support to the view of a sensory neurone pool in the spinal cord in which both summation and competition for a final common pathway may occur. a general similarity of clinical and pathological outline, but they differ widely in detail, in their age of onset, time-span, inheritance or otherwise, and their microscopical anatomy, and they must differ too in their ietiology, though little enough is known at present of the cause of any of them. To some extent their classification is debatable, but broadly speaking they fall into three main categories. Firstly there is the group of conditions of which Schilder's disease is the prototype, secondly there is the class of subacute leuco-encephalitis and its analogues, and thirdly, there are the leucodystrophies, several types of which have been described whose affinities and distinctions are still not properly known. SYMPTOMATOLOGY It is with the features of one form of the latter, namely late infantile metachromatic leucodystrophy that I want to deal. Examples of this malady have been described by several writers in the last twenty-five years, notably Greenfield (1933) , Brandberg and Sjovall (1940) , Brain and Greenfield (1950) , Leslie (1952) , Bertrand et al. (1954) 1 and Peiffer and von Hirsch (1955), and I have had recent personal experience of one case. In all of these, numbering 11 together, the correct diagnosis was only made after autopsy, but it ought not to be impossible to recognize (or at least suspect) the answer during life, if only the existence of the disease, were more widely known, and the aim of this short paper is to draw attention to it as an entity. Its semeiological pattern is a fairly constant one. The age of onset is commonly around 20 months, and the duration from first symptoms to death about 15 months. There is no evidence of sex predilection, nor much to suggest a familial tendency, but the data on the latter point are not fully satisfactory, since a majority of case reports have related to children without sibs. From the symptomatic point of view, the onset is most often with vague 'The case described by these writers was originally stated to be non-metachromatic, but metachromasia was found on re-examination by Diezel (1957) .
